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Abstract. This commentary addresses the recent discovery that CysJ, a component of sulfite reductase, also functions as the electron donor to YcbX, a molybdenum cofactor containing protein involved in the reduction of 6-N-hydroxylaminopurine to adenine.
We largely learn metabolic biochemistry as a series of pathways such as glycolysis, citric acid cycle, histidine biosynthetic pathway, etc. where each step in the pathway is catalyzed by a specific enzyme. Exceptions to this are known and are increasing. In the work by Kozmin et al (12) Figure 1 (4) . Recently the monomeric ferredoxin-dependent sulfite/nitrite reductase structure was determined (17) and despite the fact that it only has 23% sequence similarity to the E. coli enzyme the structure of the enzyme-coenzyme complexes are identical in both enzymes and both contained the single cysteine thiol linking the [Fe 4 -S 4 ] cluster to the siroheme (17) . In neither of these structures is the nature of the possible interaction with CysJ revealed since no CysJ is present. I could not find any examples where this has been shown for HAP production. This work was thus done with a compound that appears to have never been identified as a natural product. The compound can, however, be generated by the microsomal N-hydroxylation of adenine (3) and has been used extensively as a very strong mutagen in bacterial, fungal and mammalian cells (1, 11, 14) . Considering the apparent low amount of HAP that may be present in natural systems it is likely that HAP is not the natural substrate for this enzyme. 
Likely electron transfer to MoCo and its function in

